Styloid Processes Projecting into Tonsils.-C. P. WILSON. Male, aged 31. Complains of occasional blood-stained discharge from throat in mornings.
On examination.-Some post-nasal catarrh and dilated veins seen on pharynx. Tips of styloid processes can be seen projecting into tonsils and through anterior pillars of fauces. History.-Four years ago the patient began to blink. Soon afterwards he developed difficulty in breathing, associated with stridor. The stridor is practically continuous during the day--though varying in intensity-but it is completely absent during sleep. UJntil two months ago the patient was doing heavy work without any evidence of dyspncea. Central nervous system normal. Wassermann reaction negative.
Present condition.-The patient looks emaciated, experiences difficulty in breathing and has a practically continuous stridor. The voice is quite normal.
Larynx: Both cords move, though imperfectly; they are edematous; there is slight pachydermia posteriorly. The cords adduct on inspiration, causing a stridor.
Congenital Pre-auricular Sinuses.-MAURICE SORSBY.
Girl, aged 12. History.-A small sinus in front of each pinna has been present since birth. Both sinuses began to discharge a foul-smelling secretion over a year ago.
On examination.-A thin probe can be inserted into each sinus. The right is larger than the left (i in. and i in. respectively). X-ray examination after lipiodol injections shows that there is no communication with any other structure. Some Aspects of the Problem of Facial Paralysis By I. A. TUMARKIN I PROPOSE to limit myself to one aspect of this problem, namely, the possibility of surgery in Bell's palsy.
In 1934 Duel reported several cases of old-standing Bell's palsy on which he had operated. He said:-"I believe that although operative treatment of severe Bell's palsy is not yet a fixed principle, yet with continued study of indications for early intervention, it will eventually become so."
Our difficulty at present is that we only recognize the severe cases by the fact that they never recover. We see the patients a year or more after their illness, with varying degrees of deformity, and we are deterred from advising operation at that stage by the feeling not only that a complete cure is unlikely but that we may jeopardize the little recovery which has already occurred. We are tantalized by the feeling that if only we could have operated in the first few days of their illness, we we could certainly have saved the patients. There is ample evidence to show that immediate decompression will produce immediate recovery. Literally the paralysis begins to disappear before the patient leaves the operating theatre. But supposing we do see these cases in the first few days of their paralysis. How dare we advise operation, when we know that any given patient has a 4 to 1 chance of spontaneous recovery?
Now let me digress for a moment to consider the frequency and the nature of the permanent lesion. Duel puts the frequency at 15 to 20%. This may surprise many of my listeners, as it certainly surprised me. However I sent out a questionary to 150 patients, and analysed the replies. There can be no doubt that in every five cases of Bell's palsy one will fail to recover completely. The lesion varies from weakness of a single muscle down to complete unilateral paralysis with grotesque deformity. Contracture and true spasm were rare, but synkinesia was very common indeed. By synkinesia I mean that when a patient attempts to use one muscle, he involuntarily contracts others. The usual explanation is that after death of the nerve trunk, new axons push their way out. Some get lost and end up in the wrong muscle. Consequently some of 'the nervous energy put forth, say to close the eye, finds its way to the nose or mouth muscles, and vice versa.
A special example of synkinesia is the phenomenon of crocodile tears. Briefly, this consists of a troublesome epiphora which occurs during mastication. It is to be distinguished from the epiphora which occurs in the early stage of most facial palsies, and which is, of course, due to paralysis of the orbicularis palpebrarum. The crocodile tears appear late, and although some epiphora may or may not be produced by exposure to wind and so on, yet the really copious flow is only excited by the act of mastication. In a severe case the patient is constantly mopping his eye during a meal, and may, indeed, develop a secondary blepharitis. We may explain this by assuming that fibres intended for the salivary glands, wander into the lachrymal. The salivary fibres of course travel along the chorda tympani normally, but if some get lost and enter the great superficial petrosal they will end up in the lachrymal gland by traversing: (1) This syndrome is evidence of a lesion involving the facial where it gives off the great superficial petrosal, that is, at the geniculate ganglion. Let us now return to our problem which I present to you under four headings:--(a) Have we any criterion for deciding at the outset of a case that it is unlikely to recover? (b) Where is the lesion'? (c) When shall we operate? (d) What operation shall; we perform ?.
(a) Our questionary provided some very interesting statistics on the importance of certain early symptoms. It was clear that pain 'and loss of' taste were of grave 76Al prognostic significance. A comparison between the 25 cures and 18 failures, shown in the table, will make this clear. No Vertigo, hyperacusis, rash, pyrexia, and so on were of much less importance. Stated simply, it may be said that if a patient has both pain and loss of taste, the chances are two-to-one that he will not recover; but if he has neither of these symptoms the chances are 26 to 1 that he will recover. Less importance is to be attached to the presence of only one of these symptoms.
The distribution of the pain varied considerably, as did also its severity; it was rarely a true otalgia; more commonly it was referred vaguely to round the ear, or to the vertex, or even down the shoulder. The loss of taste was very definite. One patient accused his wife of poisoning him, as all his food tasted oily.
(b) Now let us consider the site of the lesion. Unfortunately we are confronted by the fact that the term " Bell's palsy " certainly includes a variety of conditions:-(1) Herpes oticus, so ably described by Ramsay Hunt, although well known before.
(2) Mastoiditis, unrecognized because of the absence of otorrhcea, and other classical symptoms. (3) The elusive " rheumatic type " ( ' a frigore ") which constitutes the bulk of our cases, and of which the true pathology is unknown.
Clearly in the case of herpes oticus we must believe that the facial nerve is compressed at the geniculate ganglion itself. In other cases, however, it is usually maintained that the lesion is in the much more accessible descending portion of the nerve. Ney says, "In Bell's palsy the lesion is probably compressive in nature, and located low in the vertical canal inasmuch as the chorda tympani is rarely involved. Even if it is involved, it is rare to find paralysis of the stapedius." Ballance, speaking of a woman with persistent deformity, says: "If a decompression had been promptly performed five years ago on the lower 1 cm. of the vertical portion of the nerve, we think an almost perfect recovery would have followed"; and Duel, speaking of the difficulty of approaching the tympanic section in the region of the oval window says, " Fortunately it is never necessary to uncover this portion in Bell's palsy." I regret to say that I am unable to accept this optimistic finding. It is quite possible that in the 80% of cases which recover spontaneously the lesion may well be limited to the descending portion of the nerve.
We, however, are interested in the remaining 20%, and it is precisely in these that the evidence indicates a more central involvement, extending to the genu. As I have already mentioned, our conception of the pathology of herpes oticus implies such a central involvement. Furthermore, the phenomenon of crocodile tears implies a ganglionic involvement too. It is clear that that syndrome could not occur unless the great superficial petrosal had been involved, and that can only occur if the facial is strangulated in its first part. Now the extraordinary fact is that out of 18 patients who failed to recover, not less than 13 showed crocodile tears to some degree or other. At least 10 had marked loss of taste. This then, is my evidence, that in the majority of cases which fail to recover the lesion has involved the nerve in its first portion.
(c) When shall we operate ?
Delayed operation months or years afterwards cannot be expected to produce much benefit. Indeed it was surprising that so much was achieved in Duel's cases.
On the other hand, early operation gives amazing results. Tempea says that the patient feels a return of power at once. One of my cases certainly showed recovery in thirty-six hours. This was not a case of true Bell's palsy. Actually the patient OCT.-LARYNG. AND OTOL. 2 * 7,7 1687 had had two or three radical mastoidectomies on her right ear. She came to me complaining of otorrhcea, vertigo, &c., and as conservative measures did not help, I again explored the mastoid. Three months later she suddenly developed a facial palsy. I promptly decompressed the fourth portion of the nerve, and in three days the face was normal. Another patient to whom I shall refer later, actually closed his eye before he left the operating table.
What if the reaction of degeneration is present? What can we expect from operation? It might be argued that the reaction of degeneration indicatess a dead nerve trunk, and that recovery will be delayed for months, until the old trunk is absorbed, and new axons have grown out. Curiously enough Sanders reports a case in which, although the reaction of degeneration was present for several days, the patient showed improvement within six hours of operation.
Similarly Duel records a case with reaction of degeneration which began to improve in a week. There is thus some evidence to suggest that R.D. does not necessarily mean absolute death of the nerve, and a timely decompression might still produce a dramatic resuscitation. We must remember that R.D. is not a clearcut syndrome. There are all degrees of partial R.D., and unfortunately it is not easy to standardize the tests. (d) Lastly, I come to the question of the operation. Sanders has recorded a case in which he decompressed down to the ganglion. This involves exenterating the tympanic membrane, together with the malleus and incus-a serious addition to an already laborious and difficult procedure. Furthermore, the risk of labyrinthine infection cannot be ignored, especially in cases of herpes oticus, where the vesicles are already liable to be secondarily infected. I do not believe that complete osseous decompression is ever likely to become a routine procedure.
Tempea has recorded several cases of dramatic cure in which he merely uncapped the fourth portion (limited osseous decompression).
The interesting point arises: How can this limited operation succeed if, as I have suggested, the site of strangulation is in the first part of the nerve ? A possible explanation is as follows Consider the canal. Its contents-nerve, stylomastoid artery, vein, lymphatics, &c.-are believed to occupy from one-third to one-half of its capacity. When palsy is developing, we assume that swelling is taking place (figs. 2 and 3).
Remember that the stylomastoid artery, in addition to nourishing the nerve, carries a large volume of blood for the supply of the tympanic membrane, and the adjacent bone. In cases of inflammation this vessel is probably enormously increased in size. The result is, that the thin-walled veins and lymphatics are obliterated ( fig. 2) . A vicious circle ensues..--Blood can get in, but cannot drain out, and so the nerve dies. But supposing we ablate the engorged bone to which the artery is carrying this great volume of blood ( fig. 3) . Presumably it will sink down to normal calibre, and so we might just give enough room for the vein to open up, and the nerve to re-expand. I suggest then that these osseous decompressions may be achieving results by virtue of the incidental vascular decompression. If this be correct, then may it not be possible to abandon the laborious osseous decompression. Can we achieve vascular decompression by any simpler and less dangerous method ?
Theoretically we might ligature the stylomastoid artery or even its parent, the posterior auricular in the neck. I believe there are several objections to such an operation. Suppose, however, we do a simple mastoidotomy and then extend our operation in three directions by removing: (1) The perifacial cells.
(2) The posterior meatal wall, until we ablate the stylomastoid artery just as it emerges from the canal. (3) The outer attic wall, so as to diminish tympanic congestion.
This operation-vascular decompression, as I have christened it-is simple and safe. It should be easy therefore to determine whether it has any practical value. We have our criterion as to whether our patient is likely to recover or not, and in Vasciilar decompression. Dilated artery and nerve in Bell's palsy suitable cases we shall be justified in proposing this operation on the grounds that it may do good, and will certainly do no harm. Many patients will readily accept, as the following will show:-On April 21 I was asked to see a case of herpes oticus. There was complete facial palsy with troublesome epiphora. The patient was haggard with pain and loss of sleep, and he had spontaneously complained of loss of taste. I carried out a vascular decompression, and there was an immediate response. Within an hour he was able to close his eye, the epiphora disappeared, and the sense of taste returned. The pain, which had been agonizing, disappeared also. Three days later there was a further outcrop of herpetic vesicles. The neuralgia returned, and the orbicularis weakened again. It never became completely paralysed, however, and the taste remained unaffected.
He is now improving steadily and I believe will recover completely. This fulminating herpetic type has a notoriously grave prognosis, and I feel that in less malignant types of palsy, the dramatic improvement of the first three days would have been permanent, and would have gone on to a complete cure even more rapidly. Di8cussio-.-Mr. G. H. STEELE, wvho showed a film demonstrating the technique of the B3allance-Duel operation, said that the case was depicted at nine months after operation. There had been no improvement six months afterwards, but it was now continuing to improve.
Mr. LIONEL COLLEDGE said there was one point which did not seem to have received much attention, namely, that of distinguishing between cases in which the tympanum was intact, and those in which the tympanum had been destroyed by a radical mastoid operation. He believed that most of the cases operated upon by the late Dr. Duel had already undergone severe operations on the ear, and in practically all of them the tympanum had beeh destroyed and the nerve actually cut across. In such a case the choice of procedure was simple. It was different, however, when the patient had an intact tympanum. Was the operator justified in destroying the tympanum, or risking it, with the rather equivocal prospect of correcting the facial palsy ? That also applied to certain cases in which the mastoid operation had left a facial palsy, but in which there was coinplete recovery of the tympanum. He (the speaker) thought there was still something to be said for nerve anastomosis, though some said it ought to be abandoned altogether. In such cases there was likely to be a good result from using the hypoglossal with a secondary anastomosis between the hypoglossal and the descendens. In any case it was impossible to procure a perfect recovery. As Mr. Tumarkin had shown, after a successful graft there occurred a mass passage of impulses down the nerve, and thus there could no longer be differentiation of the nerve supply to the eye and that to the corner of the mouth and the chin. The patient could only contract the whole side of the face at once, and symmetrical movement was not possible. Mr. Steele's cinematograph had shown that very well.
With regard to the proposal to carry out vascular decompression: was it worth while to perform such an elaborate operation in order to relieve the congestion ? He thought Mr. Tumarkin might first try the effect of a few leeches applied to the area.
Mr. E. E. BURNIER said that he had had a case in a girl aged 12. The nerve had been injured in an accident, and healing took place by cross-union of the fibres. The fibres going to the upper facial joined those of the lower facial, with the result that when the patient closed the eye on one side she moved the opposite corner of her mouth. She was seen by Dr. C. P. Symonds.
Mr. W. STIRK ADAMS said that the cetiology of Bell's palsy had been investigated by Russell Brain and R. S. Aitken (Lancet, 1933 (i), 19) . By means of a complementfixation test on the serum they showed, in eight cases, that when vesicles were present in the region of the ear a positive complement-fixation indicated the presence of herpes zoster virus. In a second group of eighteen patients suffering from Bell's palsy without associated vesicles a negative complement-fixation made it unlikely that zoster virus was responsible for the paralysis, while in four further patients without vesicles a positive zoster complementfixation test strongly suggested a zoster infection as the cause of the paralysis.
He (the speaker) had decompressed the descending portion of the facial nerve in a girl who had, after two months, made no recovery from a spontaneous Bell's palsy. The nerve was swollen to about four times its normal size, the dense capsule of the Fallopian canal was eroded away completely on its posterior aspect and the posterior half of the nerve was lying in cancellous bone. He thought that the pressure of the inflammation, with resultant swelling, had produced erosion of the Fallopian canal in this manner. This suggested a considerable degree of continued pressure on the nerve in some cases of Bell's palsy. In this case there had been full recovery of facial movements three months after the operation and the patient could then wink either eye separately at will.
Mr. TUMARKIN (in reply) said that Dr. Duel had abandoned the foil just before he died, and he (the speaker) had never used it. Synkinesia was a common late result, and that fact supported his contention that if a real cure was to be obtained the nerve must be saved; it must not be allowed to die and then an attempt be made to get a new nerve. Traumatic palsies were in a different group from Bell's palsies; it was of the latter that he had been speaking.
One must decide where the lesion was; if it was deep, the idea of osseous decompression must be abandoned; the nerve could not be saved. In the few operations for the condition which he had performed, he had not encountered the condition described by Mr. Stirk Adams. He did not think that swelling of the nerve was likely to produce direct erosion. There was probably some vascular trouble present; the vein became blocked, and there was a massive necrosis of bone owing to defective blood supply. Dr. Gray postulated that otosclerosis was " the result of a defective vasomotor response in the small blood-vessels of the ear" and that the local application of thyroxine, by producing a prolonged vasodilatation without inflammatory reaction, might overcome the defect and relieve the symptoms. He had noted that thyroid extract, applied locally to the nasal mucosa, caused active congestion without obvious irritation. Dr. Gray suggested thyroxine solely on account of its local effect, and said that any substance producing a similar local action would serve as well. This beneficial effect of hyperamia may explain the success of oto-massage, of the local application of heat by diathermy, and of the Ziind-Burguet apparatus, but in each case the congestion passes off much sooner than does the congestion produced by thyroxine. The temporary improvement in hearing sometimes noted after taking nitrites or alcohol may be similarly explained. The " flamingo tinge" of the tympanic membrane, originally described by Schwartze as the sole objective sign of otosclerosis, but found in only 10% of cases, is usually attributed to osteitis of the promontory. May this not rather be Nature's effort to counteract the symptoms by the production of hypersemia within the tympanum?
DISCUSSION
There are at least two substances which produce local action similar to that of thyroxine. One is dionin, which has been used by ophthalmologists in cases of corneal opacity, and produces an cedema and redness of the conjunctiva, lasting for several days. The other is doryl, a derivation of acetylcholine, which has an action opposite to that of adrenaline and has been recommended as a local application in ozmena. My experience with each of these substances is limited to one case, and no effect, for good or ill, was observed, but they may perhaps be worthy of further trial.
The effect of inflammation uiponi otosclerosis.-Dr. Gray made it quite clear that his object was to produce hyperoemia without inflammatory reaction. Is acute inflammation of any benefit in cases of chronic progressive deafness ? And what is the result of an attack of acute otitis upon an established case of otosclerosis ? There seems to be no recorded case in literature.
A few years ago, Sir Robert Woods [2] suggested the use of intratympanic injections of a weak solution of iodine. He held the view that otosclerosis was a
